Ruptured mycotic aneurysm during a computed tomogram brain scan Sir: Early diagnosis and treatment of mycotic aneurysms may reduce the high mortality associated with this condition. In developing countries the incidence of rheumatic fever and bacterial endocarditis is still high and has a significant morbidity and mortality.' The neurologic manifestations of bacterial endocarditis are wellknown, and a high rate of rupture of mycotic aneurysms frequently has been reported. A unique case is reported showing spontaneous rupture of a mycotic aneurysm during computed tomogram (CT) brain scanning.
An 18-year-old girl with known rheumatic valvular disease presented in June 1981 with features of bacterial endocarditis. Klebsiella species was isolated on blood culture and she was treated with Tobramycin and Cephalosporin intravenously for five weeks. She responded well except for two episodes of headache during that period.
In November 1981 she was re-admitted with severe photophobia, neck stiffness, headache, right sided weakness and Over the next three months symmetrical involuntary facial dystonia became increasingly distressing. At times she was unable to read, type or watch television without developing intense blepharospasm; bright lights were another powerful trigger. The jaw contractions on the other hand, were adversely affected by emotional upsets. Her personality and temperament were normal and there were no overt features of depression. In addition to paroxysms of uncontrollable sustained eyelid closure, facial spasm and trismus, the platysma and right-sided neck and shoulder muscles were occasionally involved causing neck torsion and shoulder elevation. Posture of the right arm was normal at rest and when outstretched, but the limb adopted a typical dystonic posture when writing. Cogwheel rigidity was detectable at the right wrist on synkinesis and there was a decreased right arm swing when she walked. Normal investigations included cerebrospinal fluid examination, electroencephalography and computed tomography. Treatment was begun with levodopa (100 mg) in combination with benserazide (25 mg) administered in two divided daily doses. The dose was increased over ten days to 100 mg of levodopa eight-hourly in combination with a peripheral decarboxylase inhibitor. After three weeks, chorea appeared in the fingers of the right hand and rapidly spread to involve the whole of the right arm. The right-sided painful stiffness was abolished, but the dystonic facial and jaw spasms increased in severity and levodopa was discontinued. The druginduced chorea then subsided rapidly over forty-eight hours, but she became markedly depressed and improvement in her dystonia occurred only slowly over several weeks. Her right-sided rigidity was subsequently alleviated by benzhexol 2 mg twice daily without benefit to the dystonia.
The occurrence of levodopa-induced dyskinesias provides circumstantial evidence implicating dysfunction of the basal ganglia in focal dystonias. The modest aggravation of the facial spasms would also be in keeping with the notion of a relative dopaminergic excess in the corpus striatum. It is of interest that, in contrast, dopamine receptor agonists have been reported to be of benefit in both Meige syndrome3 and levodopa- 
